embryos develop from heterozygous females whose Thus, the centrosomal function of CP190, if any, is germline is homozygous for the Cp190 mutation. unclear. Here, we examine the function of CP190 in CP190GLCs from either mutant contained essentially Cp190 mutant germline clone embryos. Mitosis is not undetectable levels of the CP190 protein ( Figure 1A ), perturbed in these embryos, but they fail in axial exand we obtained similar results with both alleles in the pansion, an actin/myosin-dependent process that disexperiments described here; all the data shown were tributes the nuclei along the anterior-to-posterior axis obtained with Cp190 2 . Although CP190 was no longer of the embryo. Myosin organization is disrupted in detectable at centrosomes, mitotic spindles appeared these embryos, but actin appears unaffected. Moreto function normally ( Figure 1B) , and the centrosomal over, a constitutively activated form of the myosin localization of γ-tubulin, CNN ( Figure 1C) , D-TACC, and regulatory light chain can rescue the axial expansion Msps (not shown) was largely unperturbed. defect in mutant embryos, suggesting that CP190
Figure 2. The Organization of the Myosin Regulatory Light Chain Is Disrupted in Living CP190GLCs
The behavior of GFP-RLC in WT (left panels) or Cp190 2 GLCs (right panels) was followed by time-lapse confocal microscopy. Confocal sections through the approximate middle of each embryo are shown, and different regions of the same embryo are shown in Figure 3) . As was the case with RLC-GFP, tex in interphase and dispersing from the cortex during mitosis (Figure 2, left panels) . By contrast, in CP190GLCs the localization of MHC to the leading edge of the cellularization furrow appeared to be normal in CP190GLCs expressing one copy of RLC-GFP, only very weak cycles of myosin II accumulation at the cortex could be (not shown). Although myosin II behavior was profoundly disobserved, and these were more uneven than those seen in WT embryos (Figure 2, right panels) . Even after rupted in CP190GLCs, actin organization appeared to be unperturbed (Figure 3) . In CP190GLC blastoderm the nuclei had arrived at the cortex, the accumulation of RLC-GFP at the cortex in interphase was much embryos, cortical actin caps form over each nucleus ( Figure 3A) , just as in WT. In preblastoderm WT emweaker in CP190GLCs than in WT embryos. Surprisingly, however, the subsequent accumulation of RLCbryos, a network of actin fibers and granules lies below the actin-rich cortex, and an actin-rich "central do-GFP at the leading edge of the cellularization furrows was equally strong in CP190GLCs and WT embryos main" is associated with the internal nuclei during axial expansion [5] (arrow, Figure 3B) ; actin is also concen-( Figure 2G ). Moreover, in cellularized embryos, the ac- CP190⌬M driven from the polyubiquitin promoter (Figure 4C) , the axial-expansion defect was not signifi- 
